hexose per 100 ml. serum : total serum protein carbohydrate, 102 to 139 (mean 119, standard deviation 12) ; mucoprotein carbohydrate, 10-0 to 13-0 (mean 11-9, standard deviation 1-2). In a few cases the albumin polysaccharide was determined after fractionation of the serum proteins with 26 per cent sodium sulphate (Majoor, 1946 ; Milne, 1947 ;  Kibrick and BlonsteiD, 1948) .
Serum, I ml., was incubated at 37' C. with 20 ml. of 27-2 per cent (W/V) sodium sulphate, Na2SO41 for about 4 hr. The precipitated globulin was filtered off with a 9-cm. filter paper (Whatman No. 5) , and the albumin precipitated from 2-to 3-ml. portions of the clear filtrate by the addition of 0-25 volume of approximately 20 per cent perchloric acid and spun down after 10 to 15 minutes. The supernatant fluid was decanted and the tube inverted and aRowed to clrain.
The protein was washed with 2 ml. of 915 per cent (V/V) ethanol and again spun down and the tube drained as before. Finally the protein was d'issolved in 0-5 ml. of 0-125 N sodium hydroxide and the hexose estimated by the orcinol method as previously described.
Another portion (4 or 5 ml.) of filtrate was taken for estimation of the albumin. In one.case glucosamine was estimated in the precipitated serum total protein and albumin (26 per cent Na2SO4 fractionation), by the method of Elson and Morgan (1933) as described by Rimington (1940) . Care was taken always to have approximately the same ratio of protein to acid in the hydrolysis from one specimen to another : results should therefore be comparable, though there are known to be numerous sources of error.
The serum tryptophan-perchloric acid reaction (Cohen, 1944;  Seibert, Pfaff and Seiberb 1948) was performed on many specimens of-serum. In a few cases urine was collected in an attempt to assess the excretion of total nitrogen creatine, uric acid and amino-nitrogen. Because of the absence of facilities for accurate metabolic work it is possible that not afl the urine collections were accurately made ; nor was it practicable to carry out nitrogen balances. For these reasons the urine findings are not presented in detail. RESULTS. In general, treatment that resulted in marked clinical improvement and reduction in the size of the tumour or glands was associated with a fall in the level of serum polysaccharide (total and I.* to eq aq eq aq the size of the glands. Dailv injections resulted in improvement correspoindiDg with a fall in the total white cell count and total polysaccharide, which was down nearly to normal a week after the beginning of treatment (see Table I ). March, 1949, and Septeiiiber, 1950 .) The sharp fall in the level of serum polysaccharide duriiig treatment from 218 to 150 mg. per 100 ml. in the short space of 6 days is noteworthy. Glucosamine estimations suggested that most of the increase in polysaccharide from 5.i.52 to 22.i.52 and decrease from 22A.52 to 5.ii.52 occurred in the albumin fraction. DISCUSSION. The view that a rise in serum polysaccharide results from tissue break-down is supported by the finding that increases occur in such diseases as cancer, tuberculosis and pneumonia, whereas in certain other diseases showing no tissue destruction comparable increases in the polysaccharide levels do not occur (Seibert et al., 1947) .
A similar interpretation may be applied to the rises in the a-globulin fraction of the plasma proteins that are found in febrile diseases (Longsworth, Shedlovsky and Maclnnes, 1939) and -after burning (Perlmann, Glenn and Kaufmann, 1943 ; Chanutin and Gjessing, 1946) . The a-globulins are particularly rich in carbohydrate, and Seibert et al. (1947) found a correlation between the levels of serum a-globulin and polysaccharide in their series of cases.
Using the tryptophan-perchloric acid test (Cohen, 1944 ; Seibert et al., 1948) we obtained evidence of a rise in the level of a serum constituent, that was believed to be probably polysaccharide in nature, after buming (Keyser, P949, 1950 (Keyser, 1952b) . This is consistent with the tissue destruction hypothesis, but the increase might equaRy weR bave been connected with healing processes.
That increases in the serum polysaccharide concentration occur in aDimals after experimental injury was shown by Shetlar, Bryan et al. (1949) Cristol and Puech in 1930. They did not extend their observations beyond the period of treatment).
As against tMs view it could be objected that the faU in polysaccharide seen after treatment was a secondary. effect due to inhibition of a breakdown process in and around the tumour and depending on tumour growth. Such a break-down process might be expected to be greatest when the tumour is growmg rapidly, and to be retarded when the tumour is subjected to an inhibitory influence such as that of the nitrogen mustards or irradiation. The fact that among the irradiated cases the most pronounced faR in the serum polysaccharide level was seen in the person receiving the greatest amount of irradiation (Case 13) appears to be consistent with either of these views. In this connexion the work of Catchpole and his collaborators is of the greatest interest. Working with mice, Catchpole (1950) found that connective tissue bordering on tumours contained increased amounts of water-soluble mueoproteins; and histochemical studies suggest that in the region of tumours a process of depolymerization is taking place, whereby the components of the ground substance may become water-soluble and enter the general circulation as mucoproteins (Catchpole, 1950; Gersh and Catchpole, 1949 
